Oxidative stress-induced apoptotic cell death has been implicated in the mechanisms of corpus luteum regression and follicular atresia. The objective of this investigation was to determine whether the antioxidant, oestradiol influenced apoptosis in pig luteal and follicular tissues exposed in vitro to hydrogen peroxide. Immunolocalization 
Introduction
Eutherian pregnancy is dependent upon secretion of progesterone by the corpus luteum to establish a uterine environment conducive to embryo survival (Wathes, 1992) . Rescue of corpora lutea of pregnant pigs from regression is achieved by oestrogens secreted by the conceptus. Indeed, treatment of cyclic pigs with oestrogens during the period that corresponds to that of maternal recognition of pregnancy (days 11-15 after ovulation) prolongs luteal lifespan (Roberts et al., 1993) . Oestrogens divert the pathway of endometrial prostaglandin (PG) F2a release from the uterine vein toward the uterine lumen, thereby sparing corpora lutea from the luteolytic effect of PGF2a (Bazer, 1992) .
Cells of corpora lutea exposed to luteolytic insults undergo oxidative damage (Behrman et al., 1993) and become committed to apoptotic death (Juengel et al., 1993; Murdoch, 1995a; Rueda et al, 1995 ). An ancillary (ovarian) antiluteolytic mechanism of action of oestradiol was predicted on the basis of its antioxidant capacity (Mooradian, 1993) .
Oxidative stress also is a putative determinant of follicular atresia (Martimbeau and Tilly, 1997 Apoptosis is a mode of programmed physiological cell death characterized by internucleosomal DNA fragmentation (Schwartzman and Cidlowski, 1993 (0, 10, 20, 40, 80, 160 (Fig. 3) . The sparing effect of 32 ng testosterone ml·1 on granulosa cell apoptosis (58 ± 6%) was negated by ATD (81 ± 5%).
Actinomycin D did not alter the capacity of oestradiol to 
